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Abstract 
Blunted physiological reactions to acute psychological stress are associated with a range of 
adverse health and behavioural outcomes.  This study examined whether extreme stress 
reactors differ in their behavioural impulsivity.  Individuals showing blunted (N = 23) and 
exaggerated (N = 23) cardiovascular reactions to stress were selected by screening a healthy 
student population (N = 276).  Behavioural impulsivity was measured via inhibitory control 
and motor impulsivity tasks.  Blunted reactors exhibited greater impulsivity than exaggerated 
reactors on both stop-signal, F(1,41) = 4.99, p = .03, η2 = .108, and circle drawing, F(1,43) = 
4.00, p = .05, η2 = .085, tasks.  Individuals showing blunted cardiovascular stress reactions 
are characterized by greater impulsivity which may contribute to their increased susceptibility 
to outcomes such as obesity and addiction. 
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1. Introduction 
Individuals differ markedly in their biological reactions to standard psychological stress 
exposures (Carroll, 1992). In addition to long-standing and comprehensive evidence to show 
that those who exhibit exaggerated cardiovascular reactions to acute psychological stress are 
at increased risk of developing various manifestations of cardiovascular disease (Carroll et 
al., 2012a), there is accumulating  support to suggest that attenuated cardiovascular stress 
reactions are associated with a range of adverse health and behavioural outcomes (Phillips et 
al., 2013). These adverse outcomes include obesity (Carroll et al., 2008; Phillips et al., 2012; 
Singh & Shen, 2013) and substance abuse addictions, such as tobacco (Evans et al., 2012; 
Ginty et al., 2014; Girdler et al., 1997; Roy et al., 1994; Sheffield et al., 1997; Straneva et al., 
2000), alcohol (Bernardy et al., 1996; Dai et al., 2007; Errico et al., 1993; Lovallo et al., 
2000; Panknin et al., 2002; Sinha et al., 2011) and/or other non-prescription drugs (Lovallo et 
al., 2000; Panknin et al., 2002; van Leeuwen et al., 2011).  Attenuated biological reactions to 
stress also appear to be a feature of those who meet the criteria for exercise dependence 
(Heaney et al., 2011), gambling addiction (Paris et al., 2010), and disordered eating (Ginty et 
al., 2012; Koo-Loeb et al., 1998).   
A conceptual model has been proposed whereby modified frontolimbic function of the 
brain leads to reduced physiological stress reactivity, altered cognition, and unstable affect 
regulation which then leads to impulsive behaviours, with consequences for adverse health 
behaviours and addiction risk (Lovallo, 2013).  The association between impulsivity and 
cardiovascular stress reactivity in non-clinical populations is somewhat unclear.  Two studies 
reported a negative association, higher impulsivity was related to lower cardiac reactivity 
(Allen et al., 2009; Munoz & Anastassiou-Hadjicharalambous, 2011). Of these studies, one 
study used a self-reported impulsivity measure (Allen et al., 2009), while the other examined 
the relationship in young children and measured pre-ejection period (PEP), a less commonly 
  
 
reported cardiovascular index, as opposed to the more common measure of heart rate, making 
comparability difficult (HR; Munoz & Anastassiou-Hadjicharalambous, 2011).  One study 
reported a positive association between cardiovascular reactivity and an aspect of impulsivity, 
temporal discounting (Diller et al., 2011).  Finally, no clear association was observed by 
others (Mathias & Stanford, 2003), however, selection of groups was made from extreme 
impulsivity questionnaire scores rather than cardiovascular reactivity.  In one of the few 
studies to have included behavioural as well as self-report measures of impulsivity, pre-
adolescent children high in impulsivity had diminished cardiac responses to a mental 
arithmetic task (Bennett et al., 2014).  To our knowledge, no study in a young adult 
population has examined the relationship between cardiovascular stress reactivity and 
impulsivity using behavioural measures of impulsivity. 
Given that impulsivity is associated with the unhealthy outcomes linked to attenuated 
biological stress reactivity, we re-examined its relationship with cardiovascular stress 
reactivity.  However, instead of the predominantly used self-report measures, we 
administered two behavioural tests of impulsivity to our participants, selected as 
unambiguously exaggerated or blunted cardiac reactors following the stress testing of a 
substantial young adult sample.  We considered that pre-selecting on the basis of stress 
reactivity and using behavioural measures would afford a more powerful test of the 
hypothesis that blunted stress reactors would be characterized by greater impulsivity. The 
examination of a young adult sample is particularly important given that impulsivity during 
this stage provides exaggerated risks to health development and may signify deficits in brain 
maturation (Romer, 2010).             
 
2. Materials and Methods 
 
  
 
2.1. Participants  
Two hundred and seventy six healthy University of Birmingham students (147 women) 
attended an initial laboratory stress-testing session during which cardiovascular stress 
reactivity was determined.  Using cut-offs of the 15% highest and 15% lowest HR reactions, 
23 exaggerated reactors and 23 blunted reactors were selected and returned to complete the 
impulsivity tasks.  The mean (SD) age of the selected sample was 22.6 (8.09) years and their 
mean (SD) body mass index (BMI) was 22.9 (2.91) kg/m².  The majority of the selected 
participants indicated they were “white” (89%). None of the participants had a history of 
cardiovascular disease, a current illness or infection, or were taking medication.  All 
participants provided written informed consent, and the study was approved by the University 
of Birmingham ethics committee. 
 
2.2. Cardiovascular Reactivity Screening Procedure  
Individuals were required to refrain from eating for 1 hour, drinking caffeine or smoking 
for 2 hours, and from physical exercise and drinking alcohol for 12 hours, prior to laboratory 
stress testing.  Systolic (SBP) and diastolic (DBP) blood pressure and HR were measured at 
minutes 2, 4, 6 and 8 during a 10-minute baseline and paced auditory serial addition stress 
test (PASAT) using a semi-automatic arm sphygmomanometer (Omron, IL). A single 
measure was also taken during a 10 minute adaptation period for familiarity, although this 
measure was disregarded.  The PASAT (Gronwall, 1977) reliably perturbs cardiovascular 
activity (Ginty et al., 2013; Ring et al., 2002) and has good test-retest reliability (Willemsen 
et al., 1998).  Participants were presented with a series of single digits and were required to 
add the present number to the previously presented number, and report their answer aloud.  
To increase potential stress, participants were filmed, received brief bursts of loud aversive 
noise, and were placed on a leader board: the protocol has been described in detail elsewhere 
  
 
(Heaney et al., 2011).  Immediately following the PASAT, participants rated their perceived 
level of task engagement and stressfulness using a 7-point Likert-type scale ranging from 0, 
not at all to 6, extremely.  
Participants’ cardiovascular reactivity was calculated as the mean PASAT level minus 
mean baseline level.  Individuals scoring within the top and bottom 15% of HR reactions 
were invited back to complete the behavioural tasks.  HR reactivity, rather than SBP or DBP, 
was the chosen selection criteria as blunted HR reactivity is more consistently associated with 
adverse health and behavioural outcomes (Bibbey et al., 2013; Ginty et al., 2012; Phillips et 
al., 2011), and the deactivation in anterior cingulate cortex is related to HR reactivity 
(Critchley et al., 2000; Critchley et al., 2003; Ginty et al., 2013), as well as being implicated 
in impulsivity (Fineberg et al., 2014). 
 
2.3. Impulsivity Tasks  
The stop-signal task (Inquisit by Millisecond, Seattle) measures the inhibitory control 
aspect of impulsivity and has been detailed elsewhere (Logan et al., 1997).  Participants were 
required to respond as fast and accurately as possible to a left or right arrow in the centre of 
the computer screen: the go task.  On 25% of the go task trials, an auditory beep (stop signal) 
is presented and participants are required to inhibit their response to the go task on that trial; 
the stop task.  Consequently, failing to inhibit when presented with a stop signal indicates 
poor impulse control and greater impulsivity (Logan et al., 1997).  Following a tracking 
procedure (Logan et al., 1997), the delay between the stop signal and the go signal (stop-
signal delay), originally set to 250ms, is adjusted to ensure the participant inhibits their 
response approximately 50% of the time.  Therefore, the main outcome in the present study is 
the mean stop signal reaction time (SSRT); longer times indicate greater impulsivity and less 
inhibitory control.  The current study consisted of 32 practice trials, then three experimental 
  
 
blocks of 64 trials which were used for data analysis.  The stop-signal task has a respectable 
pedigree as a measure of impulse control (Kwon & Kwon, 2013; Logan et al., 1997; 
Verbruggen & Logan, 2009).   
The Circle Drawing Task (Bachorowski & Newman, 1990) is a measure of motor 
impulsivity.  Participants were asked to trace the outline of a large printed circle (50.80 cm 
ø), using their index finger from a starting point at the top of the circle.  In condition 1 
(neutral), participants traced around the circle.  In condition 2 (inhibition), they were 
instructed to trace the circle as slowly as possible without stopping.  Circle Time Difference 
was then calculated by subtracting the inhibition condition time from the neutral condition 
time; smaller time differences indicate greater impulsivity (Avila et al., 2004).   
 
2.4. Behavioral Task Laboratory Procedure  
The behavioural tasks were undertaken in a laboratory specifically designed to minimize 
external or environmental distractions likely to affect performance. Task order was 
counterbalanced and the study employed a double-blind testing procedure, such that neither 
participant nor experimenter was made aware of the stress reactivity status of the participant.   
 
2.5. Data analysis  
Group differences in participant characteristics, stress task performance and engagement, 
and cardiovascular baseline and reactivity variables were tested using univariate ANOVA for 
continuous variables, and chi-square for categorical variables.  Repeated measures ANOVAs 
were used to confirm that the stress task perturbed cardiovascular activity.  Univariate 
ANOVAs were used to compare reactivity group differences in impulsivity, with partial η2 
reported as effect size.  Three participants for the stop-signal task and one participant for the 
circle drawing task were not included in the analysis due to technical failures.   
  
 
3. Results 
3.1. Socio-demographics and cardiovascular stress reactivity  
The summary socio-demographic and anthropometric data, PASAT ratings, and 
cardiovascular baseline and stress reactivity measures are presented in Table 1.  There were 
no significant group differences in sex, age, PASAT total score or self-reported stress task 
impact (all p’s > .05).  
From the overall screening procedure of 276 participants, the respective ranges for HR 
(M=17.08, SD=11.56), SBP (M=18.25, SD=8.59), and DBP (M=12.16, SD=5.84) reactivity 
were as follows: -7.75 to 75.00 bpm; -2.25 to 46.50 mmHg; -1.25 to 28.50mmHg.  Repeated 
measures ANOVA indicated that the stress task significantly perturbed HR, F(1,275) = 
602.35, p < .001, η2p = .678, SBP, F(1,275) = 1245.47, p < .001, η2p = .819, and DBP, 
F(1,275) = 1197.78, p < .001, η2p = .813.   
There were no significant differences between the exaggerated and blunted reactor 
groups in baseline HR, SBP and DBP.  In contrast, and as would be expected, the selected 
groups differed substantially in cardiovascular reactivity: HR, F(1,44) = 199.92, p < .001, η2p 
= .820;  SBP F(1,44) = 53.29, p < .001, η2p = .548; and DBP, F(1,44) = 12.24, p = .001, η2p = 
.218. 
  
  
 
Table 1: Socio-demographics, stress task performance and ratings, and cardiovascular 
reactivity measures for the blunted and exaggerated stress reactivity groups.  
 Blunted Exaggerated 
 N (%)/ Mean (SD) 
Gender (females) 11 (48) 12 (52) 
Age (years) 24.63 (10.75) 20.50 (2.66) 
PASAT total score 695.43 (130.80) 715.65 (151.58) 
Engagement 4.04 (1.15) 4.52 (1.12) 
Stressfulness 3.91 (1.47) 4.48 (1.08) 
Baseline HR (bpm) 71.51 (12.75) 71.14 (14.37) 
Baseline SBP (mmHg) 120.10 (16.53) 118.48 (10.43) 
Baseline DBP (mmHg) 74.60 (10.11) 72.32 (6.64) 
HR reactivity (bpm)* 2.00 (3.17) 39.28 (12.24) 
SBP reactivity (mmHg)* 12.05 (6.97) 28.11 (7.92) 
DBP reactivity (mmHg)* 9.67 (7.18) 16.02 (4.92) 
Note: * p ≤ .001  
 
3.2. Behavioral task outcomes    
For the stop-signal task, ANOVA revealed a significant group difference in the SSRT, 
F(1,41) = 4.99, p = .03, η2p = .108, with the blunted group registering a larger SSRT, 
indicating lower inhibitory control and greater impulsivity.  This effect is illustrated in Fig. 
1a.  For the circle drawing task, there was also a significant group difference in Circle Time 
Difference, F(1,43) = 4.00,  p = .05, η2p = .085, with the blunted group producing a shorter 
Circle Time Difference reflecting greater impulsivity.  This effect is illustrated in Fig. 1b.  
  
 
 
 Fig. 1 Mean (SE) (a) Stop signal reaction time, and (b) Circle time difference for the blunted 
and exaggerated stress reactivity groups. * p < .05   
 
  
 
4. Discussion 
The present study is the first we are aware of to both screen a substantial sample to select 
extreme cardiovascular stress reactors and to use behavioural measures to determine whether 
young adults with blunted or exaggerated reactions differ in terms of impulsivity.  As 
hypothesized, individuals with blunted reactivity were more impulsive.  This emerged for 
both measures of impulsivity. 
The present results are in line with those from a recent study examining the association 
between impulsivity and cardiovascular reactivity in pre-adolescent children (Bennett et al., 
2014).  Bennett et al. (2014) found diminished cardiac stress reactions to be related to two 
behavioral measures of impulsivity as well as by parental ratings of impulsivity (Bennett et 
al., 2014).  Our findings also resonante with those from a study of pre-school children, where 
diminished sympathetic stress reactivity, indexed by PEP, was associated with greater 
impulsivity on response inhibition tasks (Munoz & Anastassiou-Hadjicharalambous, 2011).  
A further study of university students also reported greater impulsivity in those with 
diminished cardiovascular stress responses, using self-report measures of impulsivity (Allen 
et al., 2009).  One study reported an association in the opposite direction (Diller et al., 2011);  
however, this study employed a temporal discounting task to assess impulsivity, and not a 
response inhibition or motor impulsivity task as used in the present study.  Notably, the two 
previous behaviourally-based studies which are in agreement with our current findings also 
measured response inhibition (Bennett et al., 2014; Munoz & Anastassiou-
Hadjicharalambous, 2011) or motor impulsivity tasks (Bennett et al., 2014).  It is possible 
that the type of impulsivity tapped in the present study is more closely related to the elements 
of behavioural disinhibition which has been associated with less activation the brain areas 
related to addictive behaviours and to blunted cardiovascular reactivity (Wilbertz et al., 
2014); this is an area that warrants further investigation.  Overall, although counter evidence 
  
 
does exist (Diller et al., 2011), our results contribute to what might reasonably be regarded as 
an emerging consensus linking blunted stress reactivity and impulsivity (Allen et al., 2009; 
Bennett et al., 2014; Munoz & Anastassiou-Hadjicharalambous, 2011).   
Impulsivity, particularly during young adult life, has been implicated in an increase in 
the risk of unhealthy behaviours and developments due to structural brain deficits and lack of 
experience with novel adult behaviours (Romer, 2010).  This study goes some way to indicate 
a potential biological mechanism associated with impulsivity.  Greater understanding of the 
underlying mechanisms may have prognostic value in aiding the screening and development 
of appropriate interventions, ultimately preventing the adverse impulsivity outcomes in later 
life.  Central motivational dysregulation has been proposed to underpin the link between 
blunted stress reactivity and outcomes such as obesity, depression, a range of substance and 
behavioural dependencies, and bulimia (Carroll et al., 2009; Carroll et al., 2011; Lovallo, 
2011).  Thus, blunted stress reactivity can be considered a peripheral marker of dysregulation 
of the neural systems that support motivation, emotional regulation, and goal-directed 
behaviour.  Evidence in support of this comes from functional Magnetic Resonance Imaging 
studies; individuals characterized by blunted cardiovascular stress reactivity showed 
diminished activation/de-activation in the anterior and posterior cingulate cortex, and the 
amygdala during stress exposure (Gianaros et al., 2005; Ginty et al., 2013).  These brain areas 
are involved in motivational processes and goal-directed behaviour as well as in autonomic 
nervous system regulation (Bush et al., 2000; Hagemann et al., 2003; Lovallo, 2005).  They 
have also been implicated in impulsivity; individuals with greater impulsivity show similar 
deficiencies in the frontolimbic areas of the brain (Horn et al., 2003; Inuggi et al., 2014).  
Further, impulsivity has been shown to be higher in individuals with addiction to alcohol 
(Aragues et al., 2011), tobacco (Balevich et al., 2013), other non-prescription substances 
(Perry & Carroll, 2008), gambling (Leeman & Potenza, 2012), and exercise dependence 
  
 
(Freimuth et al., 2011), as well as in those who are obese or have eating disorders (Schag et 
al., 2013).  Recent evidence also indicates that individuals with blunted stress reactions have 
higher levels of criminality and re-offending (De Vries-Bouw et al., 2011), are more likely to 
drive under the influence of alcohol (Couture et al., 2008), and engage in general disruptive 
behaviour (De Vries-Bouw et al., 2011).  Again, impulsivity has been shown to be associated 
with each of these behavioural outcomes (Patton et al., 1995; Treloar et al., 2012).   
The idea of central motivational dysregulation has recently been incorporated into a 
conceptual model of stress and health which proposes dysfunction in the frontolimbic areas 
of the brain leads to both diminished stress reactivity and compromised regulation of 
motivation and emotion (Lovallo, 2013).  The latter is manifest as poorer impulse control 
and, consequently, increased risk for adverse health behaviours, anti-social behaviour, and 
addiction (Lovallo, 2013).  By further demonstrating an association between impulsivity, as 
reflected in poorer inhibitory control, greater motor impulsivity, and blunted stress reactivity, 
our present findings lend further support to this model.   Interestingly, the exaggerated stress 
responders in our study did not show this pattern of poor impulse control, but rather showed 
low behavioural impulsivity.  Consequently, it could be concluded that exaggerated 
responders might be protected against the range of negative health outcomes associated with 
high impulsivity and blunted stress reactivity such as addictions.  However, it should be noted 
that strong impulse control alone does not protect exaggerated responders from other negative 
health outcomes; the high cardiovascular drive exemplified by exaggerated stress responders 
has been amply demonstrated by ourselves and others to be associated with prospective risk 
of hypertension and CVD mortality, e.g. (Carroll et al., 2012a; Carroll et al., 2012b; Carroll et 
al., 2003; Chida & Steptoe, 2010; Treiber et al., 2003)  
The present study is not without limitations.  It may be argued that the sample size of 23 
individuals in each group was modest.  However, the current study screened a substantial 
  
 
number of participants (N = 276) and selected extreme reactors from a strict 15th percentile 
cut-off to ensure substantial reactivity differentiation between groups.  Results indicated there 
were significant differences in cardiovascular reactivity between the selected exaggerated and 
blunted groups.  Although, with hindsight, it may have been preferable to examine the 
association between reactivity and impulsivity continuously and, accordingly, include 
‘normal’ reactivity, screening participants based on cardiovascular reactions and selecting 
extreme groups for further investigation is not uncommon (Gianaros et al., 2005; Ginty, 
2013).  Second, it is always possible that individuals, as a result of demand characteristics 
(Damaser et al., 2010), behaved differently in a laboratory than they would in a real world 
environment.  However, performance on both the stop-signal task (Logan et al., 1997) and the 
circle-tracing task (Bachorowski & Newman, 1990) have been related to self-reported and 
everyday occurrences of impulsive behaviours.  In terms of strengths, the present study 
employed a double-blind testing procedure whereby neither experimenter nor participant 
were aware of the participant’s reactivity status, and the use of behavioural rather than self-
report measures of impulsivity provides a more comprehensive investigation.     
In summary, blunted stress reactors were characterized by high levels of behavioural 
impulsivity compared to exaggerated reactors.  Over a period of years this increased 
impulsivity could potentially contribute to the development of addictions and the adverse 
health outcomes associated with blunted stress reactivity.   
  
  
 
Acknowledgments  
Adam Bibbey was funded by a Doctoral Award from the Economic and Social Research 
Council, UK. Annie Ginty was funded by an AXA Research Fund Postdoctoral Fellowship 
and is currently funded by HL07560. The authors would also like to thank Lauren Hand, 
Elliot Harris, Kathryn Orange, Emily Potter, Abigail Griffiths-Torrance and Emily Baines for 
recruitment and testing.    
 
 
Role of the funding source 
The funding sources had no role in the study design; collection, analysis and interpretation of 
data; in the writing of the report; and in the decision to submit the article for publication. 
 
 
  
 
References 
Allen, M. T., Hogan, A. M., & Laird, L. K. (2009). The relationships of impulsivity and 
cardiovascular responses: the role of gender and task type. Int J Psychophysiol, 73, 
369-376. 
Aragues, M., Jurado, R., Quinto, R., & Rubio, G. (2011). Laboratory paradigms of 
impulsivity and alcohol dependence: a review. Eur Addict Res, 17, 64-71. 
Avila, C., Cuenca, I., Felix, V., Parcet, M. A., & Miranda, A. (2004). Measuring impulsivity 
in school-aged boys and examining its relationship with ADHD and ODD ratings. J 
Abnorm Child Psychol, 32, 295-304. 
Bachorowski, J. A., & Newman, J. P. (1990). Impulsive motor behavior: effects of 
personality and goal salience. J Pers Soc Psychol, 58, 512-518. 
Balevich, E. C., Wein, N. D., & Flory, J. D. (2013). Cigarette smoking and measures of 
impulsivity in a college sample. Subst Abus, 34, 256-262. 
Bennett, C., Blissett, J., Carroll, D., & Ginty, A. T. (2014). Rated and measured impulsivity 
in children is associated with diminished cardiac reactions to acute psychological 
stress. Biol Psychol, 102, 68-72. 
Bernardy, N. C., King, A. C., Parsons, O. A., & Lovallo, W. R. (1996). Altered cortisol 
response in sober alcoholics: an examination of contributing factors. Alcohol, 13, 493-
498. 
Bibbey, A., Carroll, D., Roseboom, T. J., Phillips, A. C., & de Rooij, S. R. (2013). 
Personality and physiological reactions to acute psychological stress. Int J 
Psychophysiol, 90, 28-36. 
Bush, G., Luu, P., & Posner, M. I. (2000). Cognitive and emotional influences in anterior 
cingulate cortex. Trends Cogn Sci, 4, 215-222. 
  
 
Carroll, D. (1992). Health Psychology: Stress, Behaviour and Disease. London: The Falmer 
Press. 
Carroll, D., Ginty, A. T., Der, G., Hunt, K., Benzeval, M., & Phillips, A. C. (2012a). 
Increased blood pressure reactions to acute mental stress are associated with 16-year 
cardiovascular disease mortality. Psychophysiology, 49, 1444-1448. 
Carroll, D., Ginty, A. T., Painter, R. C., Roseboom, T. J., Phillips, A. C., & de Rooij, S. R. 
(2012b). Systolic blood pressure reactions to acute stress are associated with future 
hypertension status in the Dutch Famine Birth Cohort Study. Int J Psychophysiol, 85, 
270-273. 
Carroll, D., Lovallo, W. R., & Phillips, A. C. (2009). Are large physiological reactions to 
acute psychological stress always bad for health? Soc Personal Psychol Compass, 3, 
725-743. 
Carroll, D., Phillips, A. C., & Der, G. (2008). Body mass index, abdominal adiposity, obesity, 
and cardiovascular reactions to psychological stress in a large community sample. 
Psychosom Med, 70, 653-660. 
Carroll, D., Phillips, A. C., & Lovallo, W. R. (2011). The behavioural and health corollaries 
of blunted physiological reactions to acute psychological stress: Revising the 
reactivity hypothesis. In R. A. Wright & G. H. E. Gendolla (Eds.), How Motivation 
Affects Cardiovascular Response: Mechanisms and Applications. Washington, DC: 
APA Press. 
Carroll, D., Ring, C., Hunt, K., Ford, G., & Macintyre, S. (2003). Blood pressure reactions to 
stress and the prediction of future blood pressure: effects of sex, age, and 
socioeconomic position. Psychosom Med, 65, 1058-1064. 
  
 
Chida, Y., & Steptoe, A. (2010). Greater cardiovascular responses to laboratory mental stress 
are associated with poor subsequent cardiovascular risk status: a meta-analysis of 
prospective evidence. Hypertension, 55, 1026-1032. 
Couture, S., Brown, T. G., Ouimet, M. C., Gianoulakis, C., Tremblay, J., & Carbonneau, R. 
(2008). Hypothalamic-pituitary-adrenal axis response to stress in male DUI 
recidivists. Accid Anal Prev, 40, 246-253. 
Critchley, H. D., Corfield, D. R., Chandler, M. P., Mathias, C. J., & Dolan, R. J. (2000). 
Cerebral correlates of autonomic cardiovascular arousal: a functional neuroimaging 
investigation in humans. J Physiol, 523, 259-270. 
Critchley, H. D., Mathias, C. J., Josephs, O., O'Doherty, J., Zanini, S., Dewar, B. K., . . . 
Dolan, R. J. (2003). Human cingulate cortex and autonomic control: converging 
neuroimaging and clinical evidence. Brain, 126, 2139-2152. 
Dai, X., Thavundayil, J., Santella, S., & Gianoulakis, C. (2007). Response of the HPA-axis to 
alcohol and stress as a function of alcohol dependence and family history of 
alcoholism. Psychoneuroendocrinology, 32, 293-305. 
Damaser, E., Whitehouse, W. G., Orne, M. T., Orne, E. C., & Dinges, D. F. (2010). 
Behavioral persistence in carrying out a posthypnotic suggestion beyond the hypnotic 
context: a consideration of the role of perceived demand characteristics. Int J Clin Exp 
Hypn, 58, 1-20. 
De Vries-Bouw, M., Popma, A., Vermeiren, R., Doreleijers, T. A., Van De Ven, P. M., & 
Jansen, L. M. (2011). The predictive value of low heart rate and heart rate variability 
during stress for reoffending in delinquent male adolescents. Psychophysiology, 48, 
1597-1604. 
Diller, J. W., Patros, C. H., & Prentice, P. R. (2011). Temporal discounting and heart rate 
reactivity to stress. Behav Processes, 87, 306-309. 
  
 
Errico, A. L., Parsons, O. A., King, A. C., & Lovallo, W. R. (1993). Attenuated cortisol 
response to biobehavioral stressors in sober alcoholics. J Stud Alcohol, 54, 393-398. 
Evans, B. E., Greaves-Lord, K., Euser, A. S., Tulen, J. H., Franken, I. H., & Huizink, A. C. 
(2012). Alcohol and tobacco use and heart rate reactivity to a psychosocial stressor in 
an adolescent population. Drug Alcohol Depend, 126, 296-303. 
Fineberg, N. A., Chamberlain, S. R., Goudriaan, A. E., Stein, D. J., Vanderschuren, L. J., 
Gillan, C. M., . . . Potenza, M. N. (2014). New developments in human 
neurocognition: clinical, genetic, and brain imaging correlates of impulsivity and 
compulsivity. CNS Spectr, 19, 69-89. 
Freimuth, M., Moniz, S., & Kim, S. R. (2011). Clarifying exercise addiction: differential 
diagnosis, co-occurring disorders, and phases of addiction. Int J Environ Res Public 
Health, 8, 4069-4081. 
Gianaros, P. J., May, J. C., Siegle, G. J., & Jennings, J. R. (2005). Is there a functional neural 
correlate of individual differences in cardiovascular reactivity? Psychosom Med, 67, 
31-39. 
Ginty, A. T. (2013). Blunted responses to stress and reward: reflections on biological 
disengagement? Int J Psychophysiol, 90, 90-94. 
Ginty, A. T., Gianaros, P. J., Derbyshire, S. W., Phillips, A. C., & Carroll, D. (2013). Blunted 
cardiac stress reactivity relates to neural hypoactivation. Psychophysiology, 50, 219-
229. 
Ginty, A. T., Jones, A., Carroll, D., Roseboom, T. J., Phillips, A. C., Painter, R., & de Rooij, 
S. R. (2014). Neuroendocrine and cardiovascular reactions to acute psychological 
stress are attenuated in smokers. Psychoneuroendocrinology, 48, 87-97. 
  
 
Ginty, A. T., Phillips, A. C., Higgs, S., Heaney, J. L., & Carroll, D. (2012). Disordered eating 
behaviour is associated with blunted cortisol and cardiovascular reactions to acute 
psychological stress. Psychoneuroendocrinology, 37, 715-724. 
Girdler, S. S., Jamner, L. D., Jarvik, M., Soles, J. R., & Shapiro, D. (1997). Smoking status 
and nicotine administration differentially modify hemodynamic stress reactivity in 
men and women. Psychosom Med, 59, 294-306. 
Gronwall, D. M. (1977). Paced auditory serial-addition task: a measure of recovery from 
concussion. Percept Mot Skills, 44, 367-373. 
Hagemann, D., Waldstein, S. R., & Thayer, J. F. (2003). Central and autonomic nervous 
system integration in emotion. Brain Cogn, 52, 79-87. 
Heaney, J. L., Ginty, A. T., Carroll, D., & Phillips, A. C. (2011). Preliminary evidence that 
exercise dependence is associated with blunted cardiac and cortisol reactions to acute 
psychological stress. Int J Psychophysiol, 79, 323-329. 
Horn, N. R., Dolan, M., Elliott, R., Deakin, J. F., & Woodruff, P. W. (2003). Response 
inhibition and impulsivity: an fMRI study. Neuropsychologia, 41, 1959-1966. 
Inuggi, A., Sanz-Arigita, E., Gonzalez-Salinas, C., Valero-Garcia, A. V., Garcia-Santos, J. 
M., & Fuentes, L. J. (2014). Brain functional connectivity changes in children that 
differ in impulsivity temperamental trait. Front Behav Neurosci, 8, 156. 
Koo-Loeb, J. H., Pedersen, C., & Girdler, S. S. (1998). Blunted cardiovascular and 
catecholamine stress reactivity in women with bulimia nervosa. Psychiatry Res, 80, 
13-27. 
Kwon, Y. H., & Kwon, J. W. (2013). Response inhibition induced in the stop-signal task by 
transcranial direct current stimulation of the pre-supplementary motor area and 
primary sensoriomotor cortex. J Phys Ther Sci, 25, 1083-1086. 
  
 
Leeman, R. F., & Potenza, M. N. (2012). Similarities and differences between pathological 
gambling and substance use disorders: a focus on impulsivity and compulsivity. 
Psychopharmacology, 219, 469-490. 
Logan, G. D., Scachar, R. T., & Tannock, R. (1997). Impulsivity and inhibitory control. 
Psychol Sci, 8, 60-64. 
Lovallo, W. R. (2005). Cardiovascular reactivity: mechanisms and pathways to 
cardiovascular disease. Int J Psychophysiol, 58, 119-132. 
Lovallo, W. R. (2011). Do low levels of stress reactivity signal poor states of health? Biol 
Psychol, 86, 121-128. 
Lovallo, W. R. (2013). Early life adversity reduces stress reactivity and enhances impulsive 
behavior: implications for health behaviors. Int J Psychophysiol, 90, 8-16. 
Lovallo, W. R., Dickensheets, S. L., Myers, D. A., Thomas, T. L., & Nixon, S. J. (2000). 
Blunted stress cortisol response in abstinent alcoholic and polysubstance-abusing 
men. Alcohol Clin Exp Res, 24, 651-658. 
Mathias, C. W., & Stanford, M. S. (2003). Impulsiveness and arousal: heart rate under 
conditions of rest and challenge in healthy males. Pers Indiv Differ, 35, 355-371. 
Munoz, L. C., & Anastassiou-Hadjicharalambous, X. (2011). Disinhibited behaviors in young 
children: relations with impulsivity and autonomic psychophysiology. Biol Psychol, 
86, 349-359. 
Panknin, T. L., Dickensheets, S. L., Nixon, S. J., & Lovallo, W. R. (2002). Attenuated heart 
rate responses to public speaking in individuals with alcohol dependence. Alcohol 
Clin Exp Res, 26, 841-847. 
Paris, J. J., Franco, C., Sodano, R., Frye, C. A., & Wulfert, E. (2010). Gambling pathology is 
associated with dampened cortisol response among men and women. Physiol Behav, 
99, 230-233. 
  
 
Patton, J. H., Stanford, M. S., & Barratt, E. S. (1995). Factor structure of the Barratt 
impulsiveness scale. J Clin Psychol, 51, 768-774. 
Perry, J. L., & Carroll, M. E. (2008). The role of impulsive behavior in drug abuse. 
Psychopharmacology, 200, 1-26. 
Phillips, A. C., Ginty, A. T., & Hughes, B. M. (2013). The other side of the coin: blunted 
cardiovascular and cortisol reactivity are associated with negative health outcomes. 
Int J Psychophysiol, 90, 1-7. 
Phillips, A. C., Hunt, K., Der, G., & Carroll, D. (2011). Blunted cardiac reactions to acute 
psychological stress predict symptoms of depression five years later: evidence from a 
large community study. Psychophysiology, 48, 142-148. 
Phillips, A. C., Roseboom, T. J., Carroll, D., & de Rooij, S. R. (2012). Cardiovascular and 
cortisol reactions to acute psychological stress and adiposity: cross-sectional and 
prospective associations in the Dutch Famine Birth Cohort Study. Psychosom Med, 
74, 699-710. 
Ring, C., Burns, V. E., & Carroll, D. (2002). Shifting hemodynamics of blood pressure 
control during prolonged mental stress. Psychophysiology, 39, 585-590. 
Romer, D. (2010). Adolescent risk taking, impulsivity, and brain development: implications 
for prevention. Dev Psychobiol, 52, 263-276. 
Roy, M. P., Steptoe, A., & Kirschbaum, C. (1994). Association between smoking status and 
cardiovascular and cortisol stress responsivity in healthy young men. Int J Behav 
Med, 1, 264-283. 
Schag, K., Schonleber, J., Teufel, M., Zipfel, S., & Giel, K. E. (2013). Food-related 
impulsivity in obesity and binge eating disorder- a systematic review. Obes Rev, 14, 
477-495. 
  
 
Sheffield, D., Smith, G. D., Carroll, D., Shipley, M. J., & Marmot, M. G. (1997). The effects 
of recent food, alcohol, and tobacco intake and the temporal scheduling of testing on 
cardiovascular activity at rest and during psychological stress. Psychophysiology, 34, 
204-212. 
Singh, K., & Shen, B. J. (2013). Abdominal obesity and chronic stress interact to predict 
blunted cardiovascular reactivity. Int J Psychophysiol, 90, 73-79. 
Sinha, R., Fox, H. C., Hong, K. I., Hansen, J., Tuit, K., & Kreek, M. J. (2011). Effects of 
adrenal sensitivity, stress- and cue-induced craving, and anxiety on subsequent 
alcohol relapse and treatment outcomes. Arch Gen Psychiatry, 68, 942-952. 
Straneva, P., Hinderliter, A., Wells, E., Lenahan, H., & Girdler, S. (2000). Smoking, oral 
contraceptives, and cardiovascular reactivity to stress. Obstet Gynecol, 95, 78-83. 
Treiber, F. A., Kamarck, T., Schneiderman, N., Sheffield, D., Kapuku, G., & Taylor, T. 
(2003). Cardiovascular reactivity and development of preclinical and clinical disease 
states. Psychosom Med, 65, 46-62. 
Treloar, H. R., Morris, D. H., Pedersen, S. L., & McCarthy, D. M. (2012). Direct and indirect 
effects of impulsivity traits on drinking and driving in young adults. J Stud Alcohol 
Drugs, 73, 794-803. 
van Leeuwen, A. P., Creemers, H. E., Greaves-Lord, K., Verhulst, F. C., Ormel, J., & 
Huizink, A. C. (2011). Hypothalamic-pituitary-adrenal axis reactivity to social stress 
and adolescent cannabis use: the TRAILS study. Addiction, 106, 1484-1492. 
Verbruggen, F., & Logan, G. D. (2009). Models of response inhibition in the stop-signal and 
stop-change paradigms. Neurosci Biobehav Rev, 33, 647-661. 
Wilbertz, T., Deserno, L., Horstmann, A., Neumann, J., Villringer, A., Heinze, H. J., . . . 
Schlagenhauf, F. (2014). Response inhibition and its relation to multidimensional 
impulsivity. Neuroimage, 103, 241-248. 
  
 
Willemsen, G., Ring, C., Carroll, D., Evans, P., Clow, A., & Hucklebridge, F. (1998). 
Secretory immunoglobulin A and cardiovascular reactions to mental arithmetic and 
cold pressor. Psychophysiology, 35, 252-259. 
 
 
